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Certain azo dyes, when fed to rats or mice, produce liver tumors. 

These same dyes have been found to combine with only the liver proteins of 
only those species. So far, no other species, nor organ other than liver, 
have been found to be similarly affected by these particular dyes. The 
dyes combine metabolically with a protein fraction (h-proteins): of .rat liver, 
and the liver tumors produced by the dye contain neither the dye nor essenti¬ 
ally this h-protein fraction. A particular azo dye (2-methyl-k'-dimethylamin- 
oazobenzene) is sufficiently similar to the carcinogenic azo dyes in struc- .. 
ture so that although it is non-carcinogenic, its derivatives bind to liver 
proteins. However, of critical Importance is the fact that all known azo 
hepatocarcinogens bind to liver proteins . . - : r 
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In the past year, a small subfraction of h-proteins, the slow-hp pro¬ 
teins, have been found to contain relatively large amounts of bound ayes, 
derived from' three carcinogenic dyes, as well as. from the above non-carcino- 
genic dye. However, thus far, only the feeding of the carcinogenic dyes has 
greatly increased the relative amount of the slow-h^ proteins. The above 
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structurally-close non-carcinogen has not. The known increased rate of 
growth, per se , associated with azo dye preneoplasia, as well as decreased 
dietary intake associated with azo dye feeding, are both excluded as: possi¬ 
ble causes of the elevated amounts of slow-hg proteins. Up 1 to the present. . 
time, the only reasonable correlation with the increase of slow-hg proteins 
appears to be the necessity of protein-binding and carcinogenicity. . • 


As a purely speculative working, hypothesis, we wonder whether the ob¬ 
served preneoplastic increase of the slow-t^ proteins may constitute a spe¬ 
cific response against the effects of their binding of carcinogenic azo dye 
derivatives, as opposed to those from non-carcinogenic azo dyes. If so, 
this elevation: of slow-hg proteins may be an ultimately unsuccessful attempt 
to.compensate against their dye binding, with the consequent already demon¬ 
strated loss of h-proteins in the azo dye-induced tumor. Therefore, we 
further wonder whether possibly the slow-h^ proteins may be the specific 
target proteins in azo 1 dye carcinogenesis. 
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